SUMMARY The sample population in this initial case control study of the adenosine diphosphate ribosyl transferase (ADPRT) response of inflammatory bowel disease patients included: 23 patients with ulcerative colitis (UC) -active and inactive, 13 patients with Crohn's disease (CD) -active and. inactive, 14 first degree relatives of UC and CD patients, and 19 age-matched controls. Adenosine diphosphate ribosyl transferase activity was determined after one hour incubation with 1% plasma (the constitutive value) or with 1% plasma and 100 FM H202 (the activated value) with the resulting difference designated as the induced value. Statistically significant decrease in ADPRT activity was found for the constitutive, activated and induced values in human mononuclear leucocytes of UC and CD patients, compared with controls. The values in the first degree relatives of UC and CD patients were not significantly different from either the control or disease populations, indicating an intermediate ADPRT response. These results may be related to the nature of the immunological response of IBD patients and comparable with similar findings in other diseases with known DNA repair deficiencies -for example, colon cancer.
Ulcerative colitis (UC) and Crohn's disease (CD) are both inflammatory bowel diseases (IBD) whose origins remain obscure.'-7 Although they are usually differentiated by their clinical manifestations, these diseases have a number of common features; these include an incidence of colorectal cancer greater than that found in the general population'111" and an increased familial incidence of IBD.`In addition, immunological perturbations occur during the active state of the disease'-7"'-' and although they may not be the initiating factors, they are associated with the continued chronic inflammation found in both UC and CD patients.
Our interest focused on the DNA repair response of IBD patients because the above features paralleled those found in our previous studies. These showed that a reduced level of DNA repair, as measured by the rate of unscheduled DNA synthesis Hydroperoxides and other reactive oxygen species are known to be involved in the processes of mutagenesis, aging and tumour promotion2928 and, in addition, have also been shown to elicit DNA repair responses. 29 Creating an environment of oxidative stress -that is, the exposure of cells to oxygen radicals -may well parallel the condition found in IBD patients whose intestinal mucosa contains increased numbers of monocytes and macrophages which are known to kill invading bacteria by sudden oxidative bursts.-3
As related below, a statistically significant reduction in ADPRT was found in HML of IBD patients after incubation with either 1% plasma or 100 FtM H202 in 1% plasma.
Methods

PATIENTS
The patients included in this investigation were all selected for their past or present history of inflammatory bowel disease. Others included in this study were (Table 2a) , a statistically significant difference is shown for their constitutive activated ADPRT and induced values; these being p=004, 0O02, and 004, respectively (Table 2a) .
An even greater level of significance is found when controls are compared with Crohn's disease patients (Table 2b) where the constitutive, activated ADPRT and induced values are p=0-01, 0 006, and 0 01, respectively (Table 2b ). In addition, significant values are also obtained when the entire IBD population (Tables 2a, b) is matched against the controls; p=0O006, 0-004, and 001 ( The presence of disease is the only significant variable in relation to the induction of ADPRT.
North America3" and appears to be extremely prevalent among members of the Jewish populations of these regions.437 In the United States, IBD (especially CD) is found to be more common among Jewish people4 and a study in Malmo, Sweden found the incidence of CD to be five times greater for Jews than for non-Jews. 38 The present study was designed to investigate a Jewish population of IBD patients in Tel Aviv, Israel. These patients were of interest as they showed both active and inactive forms of IBD and because the clinical course of their disease had been well documented -for example, periods of remission and age of onset (Tables 2 and 3) .
The results as shown in Tables 1-4 clearly show that IBD patients, both UC and CD, have a marked reduction in ADPRT activity. Furthermore, the decrease in the ADPRT activity of the first degree relative population in comparison with the controls may indicate that this population is also affected by similar immunological perturbations, although to a lesser degree, than their UC and CD relatives. These data parallel our findings of DNA repair deficiencies in colon cancer patients, individuals predisposed to colon cancer and in patients with adenomatous polyps.'6`7 Inflammatory bowel disease patients are also similar to these individuals in that they show familial and genetic patterns of disease inheritance and have a higher than normal frequency of colorectal cancer?'0 3.
In addition, IBD is associated with a variety of poorly defined immunological abnormalities which because of their nature and severity may have a direct affect on the degree of ADPRT activity. These immunological changes alter the gastrointestinal tract -for example, make it a more pro-oxidative environment, and may be responsible for initiating the long term, chronic phases of the disease. 12 Changes in the cellular environment may also be responsible for the altered ADPRT 
